Experiments were done to study the 
Introduction
Relaxin is a polypeptide hormone produced in the rat by the corpora lutea of pregnancy (for review see Sherwood 1994) . It has been shown that relaxin causes the release of vasopressin and a rise in blood pressure (Mumford et al. 1989 , Parry et al. 1990 ). As well, relaxin affects oxytocin release; decreasing plasma oxytocin levels at parturition (Jones & Summerlee 1986 ) and inhibiting reflex milk ejection in the anaesthetized lactating rat (Summerlee et al. 1984) . Recently, Way & Leng (1992) re-examined the effect of relaxin on oxytocin release in the lactating rat. They found that relaxin reduced the number of milk ejections observed yet plasma oxytocin levels were en¬ hanced. Thus, the effect of relaxin on oxytocin release is unclear.
To date, studies have focused on the effect of relaxin on suckling-stimulated oxytocin release but other stimuli are known to cause the release ofboth magnocellular peptides. For example, Clarke & Merrick (1982) (280-330 g; n=66) used in these studies were housed in the Central Animal Facilities of the University of Guelph. They were main¬ tained on a 14 h light: 10 hours darkness photoperiod and food and water were available ad libitum. Litters were standardized to contain ten pups on day 1 of lactation. On the evening of day 8 of lactation, all pups but one were separated from each female to promote mammary en¬ gorgement (Lincoln et al. 1973 Bristol, Bristol, UK. The lower limit of detection was 5-2 pmol/1 and the inter-and intra-assay coefficients of variation were 7-1% and 3-7% respectively at 10 pmol/1. Cross-reactivity was 12-5% for mesotocin, 0-03% with lysine vasopressin and <0-02% for arginine vasopressin, the neurophysins and a variety of other hypothalamic peptides.
Plasma vasopressin concentrations were also measured by specific radioimmunoassay (First International Standard 77/501) following petroleum-ether extraction. Antiserum AS84-1 was prepared by Dr S Birkett. The lower limit of detection was 7-8 pmol/1 and the inter-and intra-assay coefficients of variation were 4-9% and 2-4% respectively at 10 pmol/1. Cross-reactivity was <0-02% for oxytocin, neurophysins to oxytocin and vasopressin and a variety of other hypothalamic peptides. 
Results
Standard doses of hypertonic NaCl (1 µ i.c.v.) consistently caused a prolonged increase in intramammary pressure in all rats tested. The mean latency to onset of intramammary pressure responses was 35-3 ± 2-0 s, the mean initial peak rise was 6-3 ± 0-6 mmHg and the mean duration of responses was 282-7 ±20-9 s («=24; mean ± S.E.M.).
Experiment 1
Treatment with saline (0-1 ml i.v.) had no significant effect on the intramammary pressure response to central osmotic challenge (Figs 1 and 2 ). Relaxin (5 µg in 0-1 ml saline i.v.) did not significantly affect latency to onset of intramam¬ mary pressure responses (Fig. 1) . However, the hormone did cause a significant decrease in the initial peak rise of intramammary pressure responses 5 and 10 min after treat¬ ment (Figs 1 and 2a) . Duration of intramammary pressure responses was also depressed significantly at 5 min after treatment (Figs 1 and 2b) . Relaxin itself evoked a shortterm rise in intramammary pressure in seven out of eight rats tested (mean latency: 20-8 ± 3-9 s; mean peak rise: l-2±0-4 mmHg; mean duration: 894 ± 16-6 s; Fig. 1 (Fig. 3) . Hypertonic (Fig. 1) (Plotsky 1985) . Furthermore, vasopressin facilitates noradrenaline release (Plotsky 1985 (Blackburn et al. 1987) which relay information to the magnocellular nuclei, and it has been shown that relaxin binds specifically to the subfornicai organ and organum vasculosum of the lamina terminalis (Osheroff & Phillips 1991 
